We present the case of a comatose patient with acute large infarction of posterior cerebral and cerebellar areas and severe hyperthermia (max. 40.4 
Introduction
Many reports have described bilateral internal carotid artery (ICA) occlusion or stenosis (1, 2) . However, few have reported patients with occlusion of four major cerebral arteries, such as the left and right ICA and vertebral arteries (VAs) (3) (4) (5) . This paucity may be attributable in part to the difficulty of establishing the diagnosis of four-vessel occlusion. We report the case of a patient with occlusion of bilateral ICAs and VAs who showed high fever in the early stage of ischemia that later reached 40. 4 . Severe ischemic stroke reportedly accompanies moderate central hyperthermia of 37.0-38.0 . Damage to the hypothalamus, even unilateral, is well known to be related to moderate post-stroke hyperthermia (6, 7) . In this case, ischemic insult to the hypothalamus was apparent bilaterally on autopsy. (Fig. 2a, b) (Fig. 3) (Fig. 4) F i g u r e 3 . P h o t o ma c r o g r a p h o f t h e h y p o t h a l a mu s i n a x i a l  v i e w wi t h s e v e r e b i l a t e r a l n e c r o s i s ( * ) . Ar r o w s h o ws o l d l a c u  n a r i n f a r c t o f t h e r i g h t i n t e r n a l c a p s u l e . BT may increase moderately after cerebral injury or infarction, due to enhanced release of neurotransmitters, exaggerated oxygen radical production or breakdown of the blood-brain barrier (8) . From a physiological perspective, BT is controlled by the anterior locus of the hypothalamus. Actually, BT has been reported to increase by 1 following unilateral hypothalamic infarction in rats (6) and humans (7 
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T a b l e 1 . L a b o r a t o r y Da t a o n Ad mi s s i o n
F i g u r e 1 . An g i o g r a ms s h o wi n g AP v i e w o f t h e r i g h t s u b c l a v i a n a r t e r y wi t h s e v e r e s t e n o s i s o f t h e o r i g i n o f t h e r i g h t v e r t e b r a l a r t e r y . that these arterial areas were barely supplied by the right IC artery. The origin of the right vertebral artery was severely narrowed, and the posterior inferior cerebellar artery was scarcely detected (Fig. 1). The left vertebral artery was occluded at the origin, and the left anterior and posterior inferior cerebellar arteries were faintly detected by supply from the muscle branches. Diffusion-weighted imaging (DWI) and fluid-attenuated inversion recovery (FLAIR) sequences on brain magnetic resonance imaging (MRI) revealed highintensity areas in the cerebellar hemispheres and occipital and parietal lobes bilaterally
. While mild ischemic insult was observed on the ventral side of the midbrain, most of the brainstem including the pons and medulla oblongata were spared. Evidence of old infarction was found at both anterior parts of the centrum semiovale with lacunar state and cribriform atrophy in the basal ganglia.
F i g u r e 2 . a , b ) DWI s h o wi n g h i g h -i n t e n s i t y a r e a s i n b i l a te r a l c e r e b e l l a r h e mi s p h e r e s a n d b i l a t e r a l o c c i p i t a l a n d p a r i et a l l o b e s .
a b
F i g u r e 4 . E o s i n o p h i l i c c h a n g e t o n e u r o n s i n t h e r i g h t n u c l e u s s u p r a o p t i c u s o f t h e h y p o t h a l a mu s . He ma t o x y l i n a n d E o s i n s t a i n i n g . Or i g i n a l ma g n i f i c a t i o n
